Myositis related to mycoplasma infection
Sir, The most recent of a small number of case reports proposed a link between Mycoplasma pneumoniae infection and myositis was published in the Journal in 1990 . ' We present a supportive case.
A 21 year old male was admitted 5 days after the onset of fevers, dizziness, abdominal cramps and headache. Additional symptoms included nausea, vomiting, diarrhoea, dyspnoea and a severe dry cough. Workup at another hospital included stool and blood cultures, hepatitis serology, abdominal ultrasound, sigmoidoscopy and lumbar puncture, all of which were negative. During this workup, serum lactic dehydrogenase (LDH) and aspartate transaminase (AST) rose from normal levels to 1,599 IU/l and 370 IU/1, respectively. On admission, the patient denied arthralgias, myalgias, sore throat and risk factors for human immunodeficiency virus.
He was ill-appearing, tachypnoeic with a temperature of 103'F. Blood pressure was 110/80 mmHg. The neck was supple with tenderness and the extremities were non-tender.
Laboratory data showed mild hypoxia with respiratory alkalosis and modest leucocytosis. Serum LDH was 1,417 IU/1, AST 615 IU/l and creatine kinase >16,000 IU/1. Urine tested positive for myoglobin. Chest X-ray showed a diffuse interstitial pattern.
Many potential aetiologies were considered and investigated including Legionella, toxoplasmosis, cytomegalovirus, adenovirus, enterovirus and influenza. The only positive findings were for IgG and IgM mycoplasma titres.
The patient was treated with copious intravenous fluids, alkalinization and intravenous erythromycin, and recovered fully. The patient was lost to follow-up and convalescent titres could not be obtained.
We found three English language references reporting a relationship between M. pneumoniae infection and myositis.'13 The nature of this association is not known.
Antibodies to smooth muscle in patients with M. pneumoniae have been reported; however, this may be the result of tissue damage rather than the cause.2 Direct tissue invasion has been hypothesized but not demonstrated. ' Spillane and Chessner provide an alternative view of this phenomenon. 4 The patient from Bennett's case report' was readmitted with evidence of myositis, this time in apparent association with hepatitis A. The authors surmised that the patient had a tendency to develop myositis as a non-specific response to acute infections.
Although of limited significance due to lack of followup data, we felt it important to add our case to the small number of reported associations between M. pneumoniae and acute myositis. Whether a specific complication or non-specific response, increasing awareness of this relationship may result in the recognition of more cases and greater insight into its pathophysiology.
Tumouricidal effect of indomethacin in the oesophagus
Sir, In a recent correspondence, we proposed that nonsteroidal anti-inflammatory drugs (NSAIDs) possess tumouricidal properties in the colon.' We extend our hypothesis into another organ of the gastrointestinal tract, namely the oesophagus.
The NSAID indomethacin inhibits the growth and promotes regression of oesophageal tumours induced by oesophagotropic carcinogens in rodents.2-4 This beneficial effect may be related to the ability of indomethacin to inhibit prostaglandin (PG) formation,5 since oesophageal tumours produce excessive amounts of PGE2.6'7 This PGE2 may play a role in pathophysiological processes including tumour-related angiogenesis8 and depression cellular immunity.9 Tumour-derived PGE2 may therefore further tumour growth and metastatic potential in the oesophagus.6 By contrast, NSAID inhibition of PGE2 synthesis could be tumouricidal by reducing blood flow to the tumour coupled with enhanced immunorejection.9 Thus, indomethacin and other NSAIDs may possess tumouricidal properties in the oesophagus. Regular NSAID use may therefore reduce the risk of both colon'°and oesophageal cancer, the latter hypothesis requiring epidemiological confirmation. Of clinical interest would be the effect of NSAIDs on established oesophageal cancers. Many factors such as race, social class, personal hygiene, and specially environmental factors must be taken into account if one tries to explain the epidemiological data of this neoplasm.5
A 54 year old male presented with two lesions, one on each side of the scrotum. The left one, located anterolaterally, was a 2.5 cm in diameter ulcer with seropurulent discharge. It was noticed 4 months earlier. The other, a 1 cm nodule, was placed medially in the right hemiscrotum and had developed during the last 3 weeks. Malignancy was suspected and complete excision with 1 cm margin performed. At surgery, multiple metallic shavings were discovered within the lesion. This finding was in consonance with his job as an aluminium worker. In fact, he gave a history of metallic dust all over his clothes and body every day. He denied any sort ofcontact with industrial oil for such product is not necessary to make aluminium windows. Previous exposure to paraffin, PUVA radiation, or any other chemical carcinogen was carefully ruled out. Histopathology revealed a welldifferentiated squamous cell carcinoma not otherwise specified. After the histopathological diagnosis, a second excision was performed on both sides and no residual tumour was evident. Using Z-plasties the scrotal wall defect was easily closed. No inguinal lymph nodes were palpated and a computerized tomography scan revealed the absence of pelvic disease. Bilateral sentinel node biopsy performed a month after diagnosis did not reveal micrometastases. More than 3 years later the patient remains free of disease.
Scrotal carcinoma was the first occupational cancer
